Introduction
For many years obstetricians have had the impression that certain pregnancy complications appear to be associated with an unusually low incidence of neonatal respiratory distress syndrome (RDS). Why this should be is unclear but it was proposed that "fetal stress" arising from a hostile intrauterine environment was a likely underlying factor. The conditions associated with accelerated lung maturity are -hypertension, -renal disease, -antepartum hemorrhage, -preterm rupture of membranes, -intrauterine growth retardation.
The effect of diabetes mellitus on the incidence of RDS also remains undecided but in general it has been suggested that this condition may delay or alter surfactant production.
Unfortunately the problems of neonatal respiratory disease and the influence of obstetric factors are complicated by a number of issues. Firstly the best indicator of mature fetal/neonatal lungs must be decided. Should it be the presence of adequate surfactant levels in the amniotic fluid/pharyngeal aspirate or should the neonatal respiratory performance be of greater importance? Secondly, how certainly can a diagnosis of RDS be made and are the criteria in current use relevant? Thirdly how important are other factors, such as mode of delivery, condition at birth and the vigor of the neonatal resuscitation, in influencing neonatal functional maturity? Finally, how is it possible to derive a "normal" timetable for fetal lung maturity using prematurely born babies who, by definition, are not normal either because of the time of their birth or underlying maternal pathology. Biochemical methods to evaluate amniotic fluid for evidence of fetal lung maturity have been in use for a number of years. In a study completed a few years ago [5] we demonstrated that, in the presence of preterm rupture of the membranes (PROM), a significantly greater proportion of amniotic fluids contained the surfactant, phosphatidylglycerol (PG). Other "stressful conditions" however did not show this phenomenon suggesting that PROM produced a specific stimulus to surfactant production.
Curriculum vitae
Why should this be? We established a hypothesis that the fetal stress products, cortisol and the catecholamines, may affect surfactant production and release, to produce optimal lung function. A prospective study was undertaken using pregnancies which terminated at or before 35 weeks [2] .
Material and methods
A total of 189 babies was studied in an attempt to correlate obstetric complications with outcome and a number of biochemical parameters including amniotic/pharyngeal fluid surfactant and cord blood artery and vein cortisol, adrenaline, noradrenaline and gases. The complications studied were hypertension/proteinuria, vaginal bleeding, preterm labor/ruptured membranes, abnormal antenatal cardiotocography and small for gestational age. Amniotic/pharyngeal fluids were collected whenever possible. Some of the amniotic fluids were collected from the vagina and it was not always possible to obtain material within 72 hours of delivery. Amniotic/pharyngeal fluids were an- alyzed by two-dimensional thin layer chromatography (2-DTLC) technique [6] and when possible the lecithin and phosphatidylglycerol was quantified from the phosphate concentration measured in the eluted spots [3] .
Cortisol levels were measured using a radioimmune assay kit (Amersham International, UK) and the catecholamines were assayed by a radioenzymatic method [1] . Blood pH was measured in the cord bloods using standard laboratory equipment.
The non-parametric statistics involved chisquared analysis and differences between means was determined using Student's t test. Table I shows the overall results for the study. Tables II, III and IV show the effect of the obstetric complications on outcome for three arbitrarily selected gestational ages groups. There are more numbers here because some pregnancies were complicated by more than one problem and it was often impossible to assign one major complication to a single case. Nevertheless, none of the complications appear to have any striking effect on the incidence of RDS, death or the presence of PG. 
Results

Discussion
The data presented here do not support the view that certain obstetric complications accelerate fetal lung maturity. There was a slight increase in the numbers of cases with PROM who showed PG in their fluids but this did not reach statistical significance. In addition there did not seem to be a relationship between the so-called stress factors and pregnancy complication.
The best predictor of outcome was the gestational age at which the baby was born. However, some very immature babies with PG in their amniotic fluid still developed severe respiratory disease underlining the difficulties of diagnosis at this gestational age when ventilatory support is commonly required. Nevertheless, those babies with PG tended to have a more benign course, with fewer complications, and this has been confirmed in a separate study [4] .
Whether obstetric complications influence neonatal outcome remains debateable. Probably gestational age at the time of delivery and the baby's condition at birth are as important.
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